• Concealed A-V conduction is recognized by the influence of a nonpropagated impulse on subsequent events. An atrial response which fails to reach the ventricles may discharge and reset a nodal pacemaker, or it may delay or block the passage of a subsequent atrial beat. 1 -2 In certain complex arrhythmias, beats originating in the atrium or elsewhere have been judged to be concealed when they appeared to facilitate the transit of a subsequent response. In these instances the effect of the concealed beat is believed to be due to a transient period of relative supernormality following the absolutely refractory period of the tissue traversed by the concealed response. 3 In the course of an experimental study of the characteristics of concealed conduction in the dog heart, 4 certain phenomena which might be attributed to supernormal conduction in the wake of concealed responses were encountered with sufficient frequency to merit detailed description. Careful study of the time relationships between basic and premature responses in atrium and ventricle in these complex patterns suggests that relative supernormality is not in fact an appropriate explanation; an alternative interpretation incorporating "vertical" dissociation of the A-V transmission system (a dual conduction system 5 ) is described in the present communication. From Methods Mongrel dogs of both sexes were prepared under anesthesia with sodium pentobarbital, 30 to 35 mgAg, supplemented as necessary. Under artificial respiration the chest was opened, the heart was exposed, and electrodes for stimulating and recording purposes were attached to the right atrium and right ventricle. The vagus nerves were sectioned in the neck, and in some cases the stellate and upper thoracic sympathetic ganglia were removed.
The techniques for stimulating and recording were as described previously. 4 ' 5 Repeated series of eight to twelve driving stimuli at a predetermined frequency were applied to the atrium or ventricle. Following each series of driving stimuli, one to five test shocks at variable intervals were applied. The temporal position of one or another of the test shocks was changed after each successive series, and the process was repeated to provide "scans" of the A-V nodal recovery following basic or premature propagated responses or premature "concealed" responses. Atrial and ventricular electrograms were recorded by means of a Grass ink-writing polygraph at a paper speed of 100 mm/sec. Intervals between responses were measured from the records. When the timing of premature atrial responses appeared to be critical, the sequence of atrial and ventricular events was observed repeatedly on the screen of a cathode ray. oscilloscope at a sweep speed of 200 mm/sec and several or many examples were recorded on the polygraph.
Results

A. THE 1, 2, 3, 4 PHENOMENON
In twelve experiments it was found that an apparently concealed response facilitated the propagation of a subsequent response under the following conditions: 1. The atrium was driven at a rate slower than the maximum frequency at which 1:1 A-V transmission was possible. 2. The earliest possible premature atrial response, A 2 , was propagated to the ventricles; i.e., there was no zone of concealed conduction following A t . 3. The premature response A 2 was followed by a long conceal-ment zone. 4. An atrial response A 8 , delivered early in the concealment zone following A 2 , failed to reach the ventricles. 5. A fourth atrial response, A 4 , initiated soon after the nonpropagated A s , was propagated to the ventricles. 6. When the A4 response was maintained at this same interval of time after Aj, its propagation to the ventricles required the presence of the prior A a . A sufficiently late "A^," of course, was propagated whether or not A 3 was present. The range of time during which A4 was dependent upon the intervening A s response varied from less than 10 msec to 85 msec in the various experiments. Even when the range was narrow the phenomenon was stable; this was confirmed by repeated records taken of the sequences A1A0-A4 and AtAoAsAi in which the temporal position of A4 was shifted stepwise to scan the interval after A 2 .
An example of the interaction of A a and A4 is illustrated in figure 1 . In each of the four tracings, the response 1 is the last of the series of driven responses, and 2 is the early propagated premature response. The premature response, placed at a constant interval of 175 msec after Ai, reached the ventricle after a propagation time of about 280 msec. The concealment zone following A 2 extended from the end of its functional refractory period at 115 msec (position of 3, in fig. 1A ), to the position indicated by 4 in figure IB. The nonpropagated A^ response in figure IB followed A a by 290 msec; the earliest recorded propagated response (fig. 1C) followed A 2 by 300 msec. When A 3 was initiated early in the concealment zone, the earliest possible A_! response was propagated ( fig. 1A) ; the A a A, interval was 205 msec. A4 was regularly propagated in the presence of A B but not in its absence through a range of time including the position indicated in figure IB, a range of 85 msec. It is clear that A 3 could not have exerted its "facilitating" influence upon the propagation of A 4 if it had failed to enter the A-V node; it must therefore be assumed that A 3 was indeed "concealed."
Later positions of A 3 exerted a similar influence upon transmission of A4, but because A4 could not be initiated so soon after Ao in the presence of the later A 3 , the range of time during which the interaction could be demonstrated was of course reduced. Figure  ID indicates that A 3 , placed 150 msec after A?, still facilitated the passage of A4. Collateral evidence of the concealment of A3 was also obtained in this experiment: When A4 was placed in the earliest position where it could be propagated with or without A 8 , its conduction time to the ventricle was prolonged when A 8 was present.
The results of another experiment in which the propagation of A 4 dependent upon a prior A3 response are plotted in figure 2 . The inset schema indicates the sequence of atrial and ventricular responses; the A]Ao interval was fixed, and the interval following the propagated Ao was scanned with A4 in the absence of A 3 and in the presence of A 3 (A 2 A 3 interval 110 msec). The two series of points relate the V 2 V 4 intervals (ordinate) to the parent A 2 Aj intervals (abscissa). In the presence of A 3 , the earliest possible A4 response, initiated 225 msec after Ao, was propagated to the ventricles; but in the absence of A 3 propagation was not achieved until the A0A4 interval was increased to more than 300 msec. There was a range of 75 msec during which A4 required the prior A 3 to ensure its transit through the A-V node. At A0A4 intervals greater than 300 msec (i.e., at times when A_i was propagated with or without A 3 ), the conduction time of A4 was not significantly altered by A 3 ; the courses of the two series are not significantly different in the range between 300 and 410 msec. In this latter respect this experiment differs from that illustrated in figure  1 ; the only evidence that A 3 was concealed was its facilitating influence on the subsequent response.
B. SUPERNORMAL CONDUCTION?
The events displayed in figures 1 and 2 can be explained most simply by invoking a "supernormal" phase of excitability. One may suppose that the nonpropagated response A 3 penetrates the A-V transmission system, dies within it, but is followed by a phase of relative supemormality which facilitates the passage of the subsequent response, A4, at a time when it too should have become extinguished. There are, however, alternative explanations, one of which is diagrammed in figure 3. In the construction of figure 3, it is supposed that the proximal portion of the node (P) has a shorter functional refractory period (shaded areas) than the distal portion (D), and that an impulse may therefore be blocked at the junction between them. The early premature response, A 2 , is assumed to be delayed sufficiently by slow conduction in relatively refractory tissue in the proximal portion to arrive at the distal segment just at the end of its refractory period (RP). Further conduction delay is assumed to occur in the lower node before emergence of A 2 in the ventricles. Following passage of A 2 , the RP of each portion of the node is assumed to be abbreviated as a consequence of the short preceding cycle, and the curve denoting the end of the RP is constructed roughly parallel with the curve defining the passage of A 2 . The concealment zone following A 2 in this experiment extended from the end of the RP of A 2 (300 msec) to 460 msec (fig. 3A). When "A4" (in the absence of A 3 ) was initiated at the moment indicated by the position A, it failed to reach the ventricles, and is represented as being arrested at the intranodal junction. Its propagation to that point is diagrammed at full speed, since the proximal portion of the node should have had adequate time for recovery from the relatively refractory state. When A, was delayed to the position B, propagation to the ventricles occurred, and the response is therefore represented as arriving at the distal portion of the pathway just at the end of its functional refractory period; its propagation from the junctional point should be delayed by relatively refractory tissue.
When A 8 was interposed between A 2 and CircuUtio* Ruesrcb, Vol. XV, ]*lj 1964
Records of atrial echoes to A f response and their interruption by A 3 . Expt. 6/26/59. Last driven response, A t ; premature atrial response, A t . Atrial echoes indicated by asterisk; ventricular echo by double asterisk. Recurrent driven response indicated by S. In A, B, D, and E, A t A t interval is 145 msec. Shift of "V t " response in presence of A, indicated by vertical broken lines. C. Double echo when A t A t interval increased to 175 msec. F. Failure of echo when AjA t interval increased to 185 msec.
A4 in the position indicated in figure 3B , A 4 (in the same position as "a 4 "-A in figure 3A ) was propagated to the ventricle; A a must therefore have entered the node and died within it. If A4 under these conditions were sufficiently delayed by slow conduction in relatively refractory tissue in the wake of A 3 , it is conceivable that its arrival at the junctional level could occur after the expiration of the RP of the distal portion, and therefore proceed to the ventricles. In other words, a possible explanation of the events in this experiment can be constructed without invoking relatively supernormal conduction.
C. DUAL CONDUCTION SYSTEM? 1. Atrial Echoes
The analysis developed in figure 3, while plausible, is purely conjectural. No proof of its validity is available, and in fact certain features of the 1,2,3,4 phenomenon observed in other experiments make the hypothesis untenable as a general explanation.
Evidence obtained in eight experiments strongly suggests the participation of a dual conduction system. The pertinent records of one of these experiments are illustrated in figures 4 and 6, and an analysis of the results in terms of two pathways through the node is schematically represented in figures 5 and 7.
The conditions of the experiment represented in figures 4 through 7 were essentially the same as those described above. The heart was driven by rhythmic atrial stimuli delivered with a basic period of 380 msec. Following each tenth driving stimulus (AiVi), premature atrial stimuli were applied, starting at the end of the A] atrial refractory period (A1A0 interval, 145 msec) and moving later at intervals of about 10 msec for each series. The earliest Aj. was propagated to the ventricle with a conduction interval of about 265 msec, and was followed by an atrial echo * occurring about 300 msec after A 2 ( fig. 4A ). As A 2 was moved later in the cycle, the echo response remained coupled at approximately the same interval until the A^2 interval was increased to 175 msec. At this interval, a * The spontaneous beat occurred too late to be considered a double discharge or "flutter" response evoked by stimulation during the relatively refractory period of the atrium. 5
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Schematic representation of echo pathways. Same experiment as figure 4 
. A t V t represents last of a series of driven responses. A. Premature response (A t V s ) and echo when A t A t interval was 150 msec. B. Position of A t V t and double echo when A t A t interval was 175 msec. P and
D represent portions of the node proximal and distal to function of two pathways with a final common pathway. Propagation through "faster" pathway in proximal node indicated by solid lines; refractory period of faster pathway indicated by shaded areas. Propagation through auxiliary pathway indicated by broken lines; refractory period not indicated, but assumed to be shorter than primary route; propagation through atrium, ventricle, and "final common path" indicated by solid lines.
"double echo" occurred, i.e., the atrial echo was followed by a response propagated to the ventricle ( fig. 4C ). When the AiA 2 interval was increased to 185 msec or more, no atrial echo occurred ( fig. 4F ). (The last beat of this record, indicated by S, represents the response to the first of the next series of 10 driving stimuli; the atrial response occurs about 100 msec after the position of the echo in record C.) This scan of the recovery period of the A-V transmission system following the propagated basic AiVi cycle revealed a dissociation of the node of the kind described in detail previously. 5
Evidence for Complete A-V Propagation of A i
The interval of 300 msec between A2 and its echo provided "room" for an intervening re-sponse which, if it could enter the A-V node, should occlude the echo's retrograde pathway and block its emergence. If, however, an interpolated atrial response (A 3 ) failed to enter the node, its refractory period should be over in time for re-excitation by the echo response. The segments D and E of figure 4 indicate that an A 3 response did indeed prevent the echo of Ao, but close examination of the records revealed an important additional feature of the interaction between A 2 and A 8 . When A 3 was present, the A,V, conduction interval was regularly reduced by 13 to 20 msec (note the vertical broken lines in the examples reproduced in segments D and E of the figure) .
In order to be certain that the apparent influence of A 8 upon the propagation of a prior CircttUtio* Ruetrcb, Vol. XV, July 1964 CONCEALED A-V CONDUCTION 57 response was not fortuitous, the sequence Ai, A 2 was alternated many times with the sequence Ai, A 2 , A 3 . Two samples are reproduced in figure 4 to illustrate the reproducibility of the phenomenon. In the segments A, B, D, and E, the AiA 2 interval was 145 msec. In A and B the V X V 2 interval was 278 and 280 msec, respectively; in D and E it was 265 and 262 msec. Supernormality can obviously not be invoked to explain this result, unless supernormality can be retroactive. The most likely explanation is that A s traversed, at least partway through the node, a pathway which was unavailable to A 2 , and arrived earlier at a final common pathway to the ventricles. A dual conduction system is indicated by the effect of A s on the apparent A 2 V 2 conduction time, as well as by the existence of the atrial echo.
A Hypothetical Reconstruction of th« Echo Pathway
A schematic diagram of the events recorded in figure 4 , incorporating the conclusions described above, is displayed in figure 5A . The basic response, A x Vi, is assumed to traverse both pathways, reaching the ventricle over the faster route. The premature response, A 2 , gains entry to only the slower conduction pathway, which is assumed to recover earlier from the refractory state. Upon reaching the final common pathway at the level indicated by the horizontal broken line, the faster pathway is assumed to be available for the return V V F.GURc 6 trip to the atrium. At the time of the atrial emergence of the echo, the slower pathway should already have recovered, but since a second trip to the ventricle did not occur, it must be assumed that the impulse was extinguished en route, perhaps by encountering, as schematized in the diagram, a still refractory final pathway. If one assigns reasonable values for the refractory period of the faster pathway, it is possible to explain the double echo, as indicated in figure 5B . It will be noted that at the later position of A2 indicated in figure 5B , the ventricular response V 2 occurred about 30 msec earlier than in figure  5A ; accordingly, a final common pathway could have recovered in time to permit the round trip of the echo response. The data displayed in figure 4 and analyzed in figure 5 provide evidence for penetration of the node by the response A s (fig. 6 ). The third atrial response not only blocked the A 2 echo, but in fact must have penetrated the node to the level of the final common pathway to the ventricle, where it either "summed" with the prior and more slowly moving A^ to result in earlier excitation, or actually usurped the final pathway.
Records of 1,2,3,4 phenomenon in ezpt. 6/26/59. Atrial electrograms (retouched) above, ventricular tracings below in each segment. A,B and D, E. Parallel examples of propagation failure of A, in absence, and success in presence of A 3 . Vertical broken lines between "V t " responses in A,B and D,E indicate shift of V, in presence of A,. A,A, interval in A,B, and C is 145 msec; in D,E, and F, 148 msec. VjV t intervals in A and D, 290 and 288 msec, respectively; in B and E, 270 and 268 msec. C and F indicate failure of later A, to facilitate transmission of A y Relative positions of A f indicated by broken line in segments B and C.
If the propagation of A s occurred over a route which was not invaded by A L ., then clearly the speed of propagation of A s should not be influenced by the prior A2. This possibility was tested by alternating the sequence Ai, A 2 , A s with the sequence A 1; -, A 3 , when A 2 and A s were placed at the positions indicated in figure 4E . The time of occurrence of the ventricular response to A 3 was the same whether A 2 teas present or absent.
Still further evidence of the independence of the pathways traversed by A 2 and A 8 was obtained in two additional series of responses in the same experiment. The premature A 2 was fixed at an AiA 2 interval of 145 msec. The resulting ViV 2 interval, repeatedly determined in the absence of As, varied between 285 and 290 msec. When the earliest possible A g response was initiated at an AxAs interval of 265 msec, the apparent ViV 2 interval was 262 to 267 msec, a reduction averaging nearly 25 msec. As the AiA 3 interval was now increased by steps of 3 to 5 msec, the corresponding ViV 2 interval increased by like increments until, at AiA 3 intervals of more than 295 msec, the ViV^ response interval was fixed at the initial level of 285 to 290 msec. In other words, the apparent V 2 response was affixed to As, and carried out with it through a range of 25 msec. On the basis of these observations it was concluded that the early An was propagated to the ventricle over the same route in the presence of A 2 as in its absence, and that this route could therefore not have been engaged by the early A,.
Analysis of the 1, 2, 3, 4 Phenomenon
On the basis of the evidence presented above, we can now proceed to consider how the 1,2,3,4 phenomenon can be interpreted in terms of alternate conduction pathways. The records of figure 6 are parallel examples selected from two series of scans. The position of A 2 was fixed at the same AiA 2 interval as in figure 4A and B, about 145 msec. In segments A and D, "A,," placed at an interval of about 285 msec after A 2 , failed to propagate to the ventricle. The reason for its failure becomes obvious in the light of the preceding analysis. A|, in the position indicated in the tracings reproduced in figure 6A and D, would have collided with the returning echo response to A 2 within the atrium (fig. 7A ). Obviously, and as verified in the experiment, any earlier A4 would also have failed to traverse the node, for a similar collision and mutual extinction would occur within the nodal transmission pathway.
The propagation of A 4 in the presence of A 3 ( fig. 6B and E) , which might be dismissed as evidence of supernormal conduction, Circultlion Rtittrcb, Vol. XV. ]*h 1964 must be interpreted in terms of the characteristics already developed. This interpretation is schematized in figure 7B . A s , initiated 120 msec after A 2 , found the primary or faster conduction route available and was propagated to the final common pathway slightly in advance of A 2 (V 2 occurred earlier). A 8 , therefore, occupied and occluded the A 2 echo pathway; in so doing, it prevented the reexcitation of the slower pathway by the echo. Accordingly, the response Aj found an available route for propagation to the ventricle. In other words, A4 was facilitated by A 3 , not because A4 encountered "supernormally" excitable tissue, but because an otherwise refractory barrier to its passage was "peeled back" by A 3 .
If the reconstruction of figure 7A and B approaches reality, it must also serve to explain the events of figure 6C and F. In this portion of the experiment A 3 was moved approximately 30 msec later (A 2 A S interval, 145 msec). The relative positions are indicated by the broken vertical line in segments B and C of figure 6. In this position, A 8 failed to facilitate the passage of A,, and it was too late to influence the A 2 V 2 interval. Figure  7C indicates the postulated mechanism. At the later position, A s would have pre-empted the echo pathway, but would not arrive at the final common pathway in advance of A a . Since the alternate pathway at the atrial margin of the node would have had an extra 30 msec to recover from the passage of A 2 , it is assumed that A 3 entered both paths, and was extinguished in relatively refractory tissue. Under these circumstances, A, could be assumed to be either blocked or concealed in the same pathway, but at a slightly more proximal level.
The experiment just described in extenso was fortunate in that echoes were present to give a clue to the participation of two alternative conduction pathways. Although echoes were not manifested in all of the other experiments, the situations were so similar in other respects that the same hypothesis seems generally applicable. In eight of these experiments, the "acceleration" of A L .V 2 by A 3 was observed; i.e., two conduction pathways must have been dissociated by the early A 2 . That echoes were not always observed suggests that the retrograde impulse died before reaching the atrium; the echo, in other words, was "concealed."
Influence of A3 on A i V t Conduction Time
In most of the experiments in which the 1,2,3,4 phenomenon was encountered, the timing of A 8 was critical; only in the earliest possible position after Ao was it able to guarantee the passage of A». Under these conditions the only evidence for the nodal entry of A 8 was its facilitation of the passage of A4. No residual effect of A 3 persisted to the time when A, could be propagated with or without A 3 ; the A4V4 conduction time was the same whether or not A 3 was present. This was true of the experiment illustrated in figure 2, and another example is plotted in figure 8 . In figure 8 the relationship between the A4V4 conduction time (ordinate) and the A X A4 interval (abscissa) in the presence of A 3 is indicated by solid circles and in its absence by open circles. Except for A1A4 intervals between 420 and 445 msec, within which range A4 was propagated only in the presence of A 3 , there is no significant difference in the distribution of the two sets of data. The delay of A4 in the range between 445 and 550 is ade-quately accounted for by the residual effect of A?, and therefore suggests that A 2 and A4 were propagated over the same route, as already indicated by the dual pathway analysis in figure 7 .
In other experiments, including the one from which figure 1 was taken, A a did exert an effect upon the A,V 4 conduction time. Figure  9 was constructed from an experiment in which the facilitation of A» was demonstrated for several temporal positions of A 3 within a range of 50 msec. Complete scans with A4 were run for each of five different AyA.1 intervals. The relationship between the ViV 4 and A1A4 intervals (ordinates and abscissae, respectively) for the l,2,-,4 scans is compared with those obtained when A s was as early as possible (AiA 3 = 282 msec), and when A 8 was delayed by 38 msec. In the range of AiA^ intervals in which A4 was propagated with or without A 3 , the earliest placement of A 3 did not cause any significant prolongation of the A4V4 conduction time; the data confirm the experiments recorded in figures 2 and 8. When A 3 was placed later, its presence caused a delay in the propagation of A4; the ViV 4 intervals were prolonged by about 35 msec at the earliest AxA^ position. These results suggest that A 3 in the later position must have entered both available pathways, but was ex- tinguished en route (i.e., concealed) in the pathway just traversed by A 2 . Relatively refractory tissue in the wake of the concealed A.s would therefore account for the observed delay of A4. This, again, is consistent with the analysis presented in figure 7C .
The retarding influence of A3 upon the propagated A4 appeared to be graded. When A s was initiated in positions intermediate between those illustrated in figure 9 , the prolongation of the A4V4 interval was of lesser degree. This is to be expected, for if A 3 penetrates a conduction pathway which cannot support its passage completely through the node, then its relatively refractory wake will be displaced to the right as A 3 is delayed, and the subsequent beat will be subjected to greater retardation.
Concealment of A 4
There can be little doubt that when Aj was placed at a time when it failed to propagate in the absence of A 3 , it none the less penetrated the node and was concealed. Proof Circulation Raimrch, Vol. XV, July 1964 of this was obtained in several experiments by scanning the interval following the nonpropagated "A4" (in the absence of A 8 ) with an A 5 stimulus. The scan illustrated by the triangles within squares in figure 9 indicates the A r ,V 5 conduction delay resulting from the nonpropagated A 4 . The two inset records were taken from the scans l,2-,4,5 (upper record) and l,2,-,4. The A4 response in the lower record was initiated at a slightly earlier moment than A B in the upper, but its propagation to the ventricle was approximately 75 msec faster.
In one experiment it was observed that when A 8 was initiated at the earliest possible moment after A 2 , or up to 20 msec later, it exerted no discernible influence upon succeeding events, i.e., it neither facilitated nor retarded the propagation of A4. In a slightly later position it did ensure the passage of A4, and must therefore have been concealed. It is possible that in this experiment neither pathway was available to the earlier A 3 ; in other words it was confined to the atrium and failed to enter the node. It is also possible that it entered the node and was extinguished so early in its course that it did not influence later events. Other data obtained in this experiment were insufficient to permit a choice between the two possibilities.
Discussion
No systematic record was kept of instances in which the 1,2,3,4 phenomenon was sought but not elicited, but its occurrence in 12 experiments of perhaps 16 or 20 in which the attempt was made suggest that it is a general property of the transmission system and not an unusual anomaly. Some of the conditions necessary for its demonstration are the following: 1. The earliest possible atrial premature beat must be propagated to the ventricle with a long conduction time. In effect, this means that under the basic driving conditions, no concealment zone exists after the basic cycle, i.e., the frequency must be well below the maximum 1:1 driving frequency, or the sympathetic nerve supply must remain intact. This condition is in contrast with the conditions which are favorable for the demonstration of simpler examples of concealed conduction. 4 2. The A s impulse must be originated sufficiently in advance of the V 2 response so that, if it were propagated, it would have time to reach the ventricle at or near the actual arrival of V^. 3. As a corollary of the preceding conditions, the zone of concealment following A 2 must be longer than the duration of the atrial refractory period of As, i.e., A4 must fall within the limits of that concealment zone. When these three conditions existed, the phenomenon could always be elicited.
The interpretation of the observations which we have presented is based in large measure upon circumstantial evidence; the implication of a dual system cannot be regarded as proved. A phase of supernormal conduction can be invoked to explain the facilitation of the passage of A4 by A s , but it can hardly be stretched to account for the acceleration of A 2 in the presence of A 3 . We therefore believe that the evidence, though indirect, compels the conclusion that two conduction pathways were dissociated under the conditions of these experiments. Supernormal conduction, of course, may well play a role in other equally complex situations.
Neither the results described above nor the evidence presented previously 5 require two anatomically distinct avenues of A-V propagation. Histologically the A-V node is a complex meshwork of cells, some of which have the shape and staining characteristics of atrial muscle, some of Purkinje cells, and some of intermediate forms. 0 Physiologically, it has been shown that premature atrial responses which fail to traverse the node give rise to submaximal and apparently decremental action potentials within it. 7 It is not inconceivable that under conditions of stress imposed by rapid re-excitation, only a portion of the node becomes engaged, and that under these conditions conduction is severely depressed by the lack of synchrony in neighboring fibers and a resultant paucity of spatial and temporal summation. Vertical as well as horizontal dissociation could easily result, and the phenomena characteristic of concealed conduction and of a dual conduction system may therefore be exposed in a complex interplay.
Summary
Conditions under which an apparently nonpropagated atrial (concealed) response facilitated the passage of a subsequent response to the ventricle are described. Analysis of the time relations of atrial and ventricular events suggest that the apparent facilitation results from a dissociation of two pathways through the A-V node.
